Introduction
Current textbooks on infectious diseases, ' venereology,2 and dermatology3 emphasise the fact that the diagnosis of genital ulcers is made mainly on their clinical picture and by the exclusion of primary syphilis. There are, however, reports of confusing clinical presentations46 and mixed infections. 7 The aim of this study was to correlate the presumptive clinical diagnosis and the clinical variables with the results of extensive microbiological investigations.
Patients and methods

PATIENTS
We studied all 44 patients (39 men, five women; aged 20 to 46 (mean 31) years) presenting with genital lesions at the department for sexually transmitted diseases (STD) of the Binnen Gasthuis, Amsterdam, in February, March, and April 1978. Of the 39 men, 22 were of north European, nine of West Indian, and eight ofMediterranean origin. Of the five women, four were north European and one Mediterranean. Two patients, both ofMediterranean origin, suffered from a second episode of penile ulceration during the study. Thus we evaluated 46 episodes.
We noted the possible source and date of infection and any history of STD, the number, size, features, and sites of the ulcers, and whether there was inguinal lymphadenopathy. Patients were examined by two of us (GJS and AWS), and a clinical diagnosis based on current criterial-3 was made after discussion.
COLLECTION OF SPECIMENS
After their first visit, patients were instructed to keep their lesions moist overnight with saline soaked gauze. The next morning the ulcers were cleaned and, after smears for Gram and Giemsa staining had been made, four specimens were taken with dry calcium alginate swabs, two of which were stabbed into Stuart's transport medium8 for bacteriological analysis, one in skimmed milk with penicillin and streptomycin for virological studies, and one in Hanks' balanced salt solution supplemented with glucose for culture for chlamydiae. Finally, after being cleaned again with gauze soaked in ether, the ulcer base was scraped with the flat end ofa vaccinostyle to collect exudate for dark field examination. Blood was collected for serological tests, which were repeated six weeks later.
LABORATORY INVESTIGATIONS
To isolate Haemophilus ducreyi we used one 30% rabbit blood agar slant and two plates, one incubated in a candle extinctionjar with moistened air and one in an anaerobic jar (Gaspak, BBL), both at 33°C. mycoplasmas were cultured from the ulcers of six other patients: two yielded M hominis, two U urealyticum, and two both species. Serum from these patients did not contain detectable antibody. Neither yeasts nor chlamydiae were isolated from any of the ulcers, and Calymmatobacterium granulomatis was not identified in the Giemsa stained smears.
Discussion
Like other workers," we found that the clinical picture was an unreliable tool for the aetiological diagnosis of genital ulcers. In 15 (33%) of the 46 episodes of ulceration in our study, the clinical diagnosis did not agree with the microbiological findings (table II) .
Though a false negative bacteriological result cannot be excluded, an alternative microbiological diagnosis could be made in all nine culture negative cases of chancroid. Two patients had infections with pyogenic cocci, three with ducreyi-like bacteria, and four with combinations of known ulcerating agents (Tpallidum, herpes simplex virus, or vaccinia virus) with secondary invading bacteria (predominantly anaerobic species or pyogenic cocci). The role of the ducreyi-like bacteria in the pathogenesis of genital ulcers is uncertain, but our strains resembled those isolated from the ulcers of patients in north Africa by Reyman,'7 who reported them in 1946 as being true H ducreyi.
The clinical diagnosis of syphilis, mainly based on the indurated characteristic of the lesion, was confirmed by the laboratory findings in all nine cases. H ducreyi was also isolated from one of these. In three patients with laboratory confirmed syphilis, however, an incorrect clinical diagnosis was made. Herpes simplex virus was cultured from six ofthe nine patients with the clinical picture of genital herpes. Because no other microbiological diagnosis could be made in the other three, their laboratory results were probably inaccurate. This is stressed by the fact that in all three Clinical and microbiological evaluation of 46 episodes ofgenital ulceration the lesions persisted for six days or more. '8 The clinical diagnosis of genital pyodermia was confirmed in two of three patients. In the third no aetiological agent could be found, which suggested that the lesion had a traumatic or herpetic origin. In two other patients whose ulcers yielded pyogenic cocci, however, the clinical picture resembled chancroid.
A microbiological diagnosis could not be made in four of six patients with atypical lesions. These ulcers probably had a traumatic origin, though genital herpes cannot be excluded. In one of the other two patients, the atypical ulcer was the primary lesion of syphilis, and the other one had some evidence of infection with U urealyticum. The absence of any other aetiological agent, the eightfold rise in antibody titre, and the curative effect oftreatment with erythromycin suggested that the organism had a role in the pathogenesis of the genital lesions in this patient.
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